The mean urate and creatinine concentrations in the AMI group were significantly higher (P<0 005) than those in the ischaemic group on all the days tested (table I). In the AMI group the urate level was significantly higher on the 7th (P<0 005) and 14th day (P < 0 05) than on the first day. No such rise occurred in the ischaemic group. Creatinine levels remained stable in both groups. The highest urate concentration was significantly correlated with the CPI (r= 0 302; P<0 01) but not with the highest SGOT level (r=0-11; P =NS).
Introduction
As early as 1907 Futcherl mentioned coronary arteriosclerosis, angina pectoris, and fatty degeneration of the heart muscle as cardiovascular complications of gout. In 1951 Gertler et a12 showed that the incidence of hyperuricaemia in patients with myocardial infarction was higher than that in matched controls. Since then numerous reports have shown the association between hyperuricaemia and coronary artery disease.3 There are, however, no reports of the serial changes in urate concentration after acute myocardial infarction. We describe here these changes in patients admitted to the coronary care unit (CCU) at Addenbrooke's Hospital, Cambridge, over six months.
Patients and methods
One-hundred-and-nine patients admitted consecutively to the CCU were initially included in the study. Sixteen patients were later excluded because of death or a previous history of gout or because no initial urate value was obtainable. Seventy of these 93 
Discussion
These results show that urate concentrations increased until the seventh day in patients who had suffered AMI but not in those who suffered only ischaemic changes. The rise in urate concentration might have been due to either increased production or decreased excretion. Release of purines from damaged myocardial cells is unlikely to explain the increase in urate concentration as there was no correlation between the highest urate and SGOT levels, indicating that the extent and severity of myocardial necrosis did not parallel the rise in urate concentration. In addition, the maximum rise in SGOT occurred on the first day after admission whereas the increase in urate reached a peak on the seventh day. Although increased urate production from other sources could not be excluded a change in renal handling of urate after infarction is more likely to cause the increase. Failure of excretion of urate is a relatively common cause of hyperuricaemia.8 There was a significant correlation between the highest urate and highest creatinine concentrations in both the AMI (r =042; P <0-001) and ischaemic (r=0-65; P <0 001) groups. The higher creatinine concentration in the AMI group throughout the study suggests that renal factors may have played a major role in the hyperuricaemia. As diuretics inhibit secretion of urate in the distal tubules, resulting in hyperuricaemia,9 10 the results in the 70 patients with AMI were further analysed to investigate the effects of diuretics. The patients treated with diuretics had higher urate concentrations on the fourth day than those not receiving them (table II) . Thus these drugs seem to have been responsible for an increase in urate levels, as there was no significant difference in urate concentrations between these two groups on the first day.
By the seventh day after admission, however, the urate concentration in patients with AMI not receiving diuretics had risen so that there was no longer a significant difference between these two groups. This suggests that other mechanisms, such as lactic acidaemia with raised acetoacetate and/or 3-hydroxybutyr- Case Report A woman aged 67 had a gastro-oesophagectomy for gastric carcinoma through an upper transverse abdominal incision and a separate right thoractomy; the defect was reconstructed with a Roux loop of jejunum. The early postoperative period was uneventful. As the peripheral veins became thrombosed the left subclavian vein was cannulated by the supraclavicular route for intravenous feeding. Blood was not aspirated after the cannula was advanced through the needle, but an x-ray film of the chest was taken following the Semi-erect x-ray film of the chest immediately after insertion of cannula. Arrows mark points of skin puncture and tip of cannula.
insertion (see fig.) . Similarly, a respiratory swing on a manometer does not exclude cannulation of the pleural space. Cannulation of the pleural space, instead of the subclavian vein, can always be recognized by failure to aspirate blood on three occasions: on venepuncture, after the cannula has been advanced, and after a trial infusion of 100 ml clear fluid.
This third test ensures that one has not been previously aspirating a large haematoma. The simplest way of making the third aspiration is to lower the whole infusion set below the patient and observe the line for reflux of blood. Such aspiration is also invaluable in suspected cases of late cannula displacement. This method is simpler than the injection of contrast medium down the cannula, as recently advocated by Shafiq.5 The contrast injection technique, however, will show the precise anatomical location of any cannula, including those up which no fluid can be aspirated due to valvular mechanisms at the tip.
